106°F with heart rate of 180 beats/minute and respiratory rate of 26 breaths/minute. Intravenous paracetamol 15 mg/kg administered twice over 6-hours period, nimesulide 75 mg, cold intravenous fluids and frequent tepid sponging reduced fever but failed to restore normothermia. Urine, CSF and sputum examinations were negative for infective aetiology. Intramuscular chlorpromazine 25 mg was added and other anti-fever measures were continued. Following this, temperature normalised, about 20 hours after manifestation [ Figure 1 ]. Rest of the hospital stay was uneventful.
Post-neurosurgical hyperpyrexia is not uncommon and could be due to both infective and non-infective causes. Blood transfusion, vascular injury, intracranial haemorrhage, operative site infection, meningitis, drugs or extensive tissue damage are common causes for new-onset post-neurosurgical fever. [4] Severe hyperpyrexia (106°F) as observed in this patient is generally not seen. Most fever of non-infectious aetiology subsides on its own or is unresponsive to conventional anti-pyretics. However, fever in patients with seizure need to be aggressively managed to prevent adverse outcomes. Kossoff et al., [4] reported fever in 82% of hemidecortication surgeries of which only 5.8% were infective in origin. Rest they claim were due to aseptic meningitis. Conventional anti-pyretics act by inhibiting cyclooxygenase enzyme and reduce prostaglandin E 2 levels within hypothalamus. Despite draining the CSF, hyperpyrexia occurred in our patient necessitating exploration of alternative therapies. When traditional management failed, chlorpromazine achieved fever control. Chlorpromazine produces antipyretic action because of its ability to render patient thermolabile and its effect on thermoregulation. To conclude, defective thermoregulation occurs after hemispherotomy. Conventional anti-pyretics may be ineffective in controlling fever. Chlorpromazine may have contributed to reduced severity and duration of hyperthermia along with other measures and can be considered early in such scenarios.
Chronic idiopathic thrombocytopenia in adults is usually asymptomatic with an insidious onset. Although death is rare, the usual causes of death from idiopathic thrombocytopenic purpura (ITP) is usually life-threatening bleeding, most commonly being intracranial haemorrhage. [1] They are usually refractory to therapy. Preoperative identification and optimisation of these patients with significantly low platelet counts is a peri-operative challenge for the anaesthesiologist, especially for patients undergoing intracranial surgeries or any major surgery.
A 50-year-old male patient was diagnosed with frontal astrocytoma. His presenting features included focal seizures involving the left upper and lower limbs with generalisation. There was neither any history of bleeding manifestations, petechie or ecchymoses nor any history of blood transfusions. He had past history of jaundice which was managed conservatively.
The routine preoperative examination of peripheral blood smear showed neutrophilic leucocytosis with severe thrombocytopenia with a platelet count of 20 × 10 9 /L. His coagulation parameters were normal. He was further evaluated for thrombocytopenia. The bone marrow aspirate revealed increased megakaryocytes with hypolobate forms suggestive of ITP. Ultrasonography of the abdomen showed hepatomegaly with fatty changes. Anti-nuclear and anti-cardiolipin antibodies were tested negative. A diagnosis of chronic stable ITP was made.
